Mandal and colleagues 1 report a novel association between anti-heat shock protein (HSP) 65 antibodies and the occurrence of postoperative atrial fibrillation (AF), indicating a possible role for antibody-mediated immune response in its pathogenesis.
Response
We thank Dr Auer and colleagues for their interest in our article. 1 We agree that ␤-blocker use has been associated with postoperative AF in many of the previous trials and studies. From the point of view of associated pathophysiology, it is acute withdrawal of ␤-blockers in the postoperative period that makes these patients more prone to postoperative AF. In recognition of this knowledge, we had decided to have all of the patients in our study take atenolol 25 mg OD on day 1 postoperatively. This is clearly mentioned in the methodology section, under the subheading "Postoperative AF." Given the fact that all of our patients were taking ␤-blockers postoperatively, we obviously could not have demonstrated this as one of the risk factors for development of postoperative AF in our study.
We also agree with Auer and colleagues that age is another important predictor associated with postoperative AF; however, evidence against its importance also exists in the literature. 2, 3 In our study (see Table 1 in the original article), patients with postoperative AF also were older than those without AF (65Ϯ7 years versus 64Ϯ9 years; Pϭ0.14). The failure to identify, as predictors of postoperative AF, some variables that have been linked with this arrhythmia in other series can be an expression of the reduced statistical power. The fact that, despite the reduced power, we were able to clearly define a relationship between HSP65 antibody levels and the occurrence of postoperative AF can be viewed as the demonstration of the important role that these proinflammatory antibodies may play in the pathogenesis of AF after coronary artery bypass graft surgery.
In view of the above-mentioned facts, we believe our study not only supports the importance of known risk factors for postoperative AF but also provides novel insights into the possible role of inflammation and cross-reactive autoimmunity in its pathogenesis. 1 
